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Number: CCMP97-RD-208

Study the M echanism of Anti-Herpes
Simplex Virus Activity of Houttuynia
Cordata

Chun-Nan Lee
National Taiwan University

ABSTRACT

Herpes simplex virus (HSV) is a common latent viruuman, and most people
have been infected. HSV infection may cause endiggh@r serious systemic
symptoms, and even cause death. The drug, acyclorireatment of HSV infection
was used increasingly currently and that causedvittus resistant to the drug. It is
necessary to develop new drugs for the treatmeHSM infection.

Houttuynia cordata (HC) is a natural Chinese hentediicine. Some studies have
pointed out the inhibitory effect of HC for virahfection. Previously our laboratory
showed that HC could inhibit HSV-1 infection. Thbjectives of this project are to
study whether HC could inhibit the infection of H&2\and acyclovir (ACV) resistant
HSV-1 and to study the anti-viral mechanism of WCHSV infection.

Our results showed that HC could inhibit the regtiien of HSV-1 and also HSV-2
and acyclovir (ACV) resistant HSV-1. HC water exktravas further divided into three
fractions based on the molecular weight (below 10@Mon, 1000 to 3000 Dalton,
and above 3000 Dalton.The inhibitory effect of fhection below 1000 Dalton was
better than those of the other two fractions. Tae durther showed that HC had little
cytotoxicity for human laryngeal carcinoma HEp-2llceand human pulmonary
epithelial A549 cell, and HC could also inhibit H2\Zeplication in these human cell
lines. In the study of the anti-HSV mechanism, Wweveed that HC could act on virus
particles directly before viral entry. In additioHC could also inhibit HSV-induced
NF- x B activation. Further analysis of six compoundsH&¥, were found that three
had anti-HSV activity. Compound B could inhibitatirentry and NF« B activation.

Further studies will be required to explore the-&t8V mechanism of HC and the
mouse model will be used to assess the anti-HSVitgadn vivo.

Keywords: Herpes simplex virus, Houttuynia cordatatj-viral activity NF-x B
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Lo AET A S e b 3 0 2 H ] HSVEL B 4 A # me

2Ry e

A R SRR AT e ko Vero b iR 17 0 L0 B R AT
Adgmre BFE G A FptiE 1 ABAQ imre (X #5E R mre )11 2 HEpP-2
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kDa
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L2 AR AL S PrlE S EA 2 #E
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